NIGHT OF THE PERFECT ELECTRICAL STORM: ISCHEMIA INDUCED POLYMORPHIC VENTRICULAR TACHYCARDIA OR TORSADES DE POINTES  by Patel, Nishant et al.
FIT Clinical Decision Making
A742
JACC March 17, 2015
Volume 65, Issue 10S
nigHt OF tHe perFect electrical StOrM: iScHeMia induced pOlyMOrpHic Ventricular 
tacHycardia Or tOrSadeS de pOinteS
Poster Contributions
Poster Hall B1
Monday, March 16, 2015, 9:45 a.m.-10:30 a.m.
Session Title: FIT Clinical Decision Making: Arrhythmias and Pericardial Disease
Abstract Category: Arrhythmias and Clinical EP
Presentation Number: 1248-142
Authors: Nishant Patel, Dana Johnson, Stephen Smith, Advocate Lutheran General Hospital, Park Ridge, IL, USA
Background:  Polymorphic ventricular tachycardia (VT) in the setting of cardiac ischemia in a patient with chronic QT (QTc) prolonging 
drug use requires consideration of electrical disturbance etiology before medical management. QTc prolonging agents, along with beta 
blockers which reduce heart rate (HR) when used for ischemia can lead to Torsades De Pointes and ventricular fibrillation (VF) arrest.
History: Nursing called for a 66 year old male with ongoing non-sustained VT. Patient had a complex cardiac history with bio-prosthetic 
aortic valve replacement complicated by peri-operative atrial fibrillation treated with Dofetilide and Dabigatran. He presented with burning 
chest pain that morning and stress test showed inferolateral ischemia. He was started on Metoprolol and Aspirin.  Dabigatran was held for 
planned intervention the next day.  
decision Making:  Earlier electrocardiogram showed a QTc of 570ms. Patient received Dofetilide and Metoprolol. Two hours after receiving 
medications, his heart rate dropped from 72 to 55 beats per minute (BPM) and QTc increased to 600ms. Defining whether ischemia or 
prolonged QT caused the observed arrhythmia was vital to management. Rhythm strips showed a pause related polymorphic VT with 
short long RR phenomenon. The patient denied symptoms of ischemia. Treatment of torsades with a Magnesium 4 gm bolus followed by 
an Isoproterenol drip was started. Prior to Isoproterenol administration, Torsades de pointes progressed to VF requiring 200J shock. He 
converted to sinus tachycardia with HR ranging from 120 to 140 BPM with new chest pain symptoms. Isoproterenol was titrated to HR goal 
of 90-110 BPM and patient remained ischemic symptom and VT free. He underwent cardiac catheterization next morning.
conclusion:  It is vital to identify the etiology of polymorphic VT in managing the patient with cardiac ischemia on a chronic QTc prolonging 
drug.  Dofetilide is a class III anti arrhythmic drug with reverse use dependence.  In this case, Metoprolol decreased heart rate, which 
combined with ischemia and borderline QTc to cause a drastic increase in QTc.  Cessation of Dofetilide in light of long QTc with ischemic 
presentation may have prevented this event.
